After a year he was referred to us. He was taking verapamil (160mg three times a day) and disopyramide 200 mg (four times a day). On admission all medication was stopped and there was no change in rate or rhythm. Physical examination was completely normal apart from the persistent tachycardia. Routine blood tests, including those for thyroid function, were normal. Cross sectional echocardiography showed that all four valves were normal and that the chambers were of normal size, though there was mild left ventricular hypertrophy (posterior wall thickness 1-3 cm).
The patient, a fit 21 year old Seychellian soldier, experienced incessant rapid palpitation after exercise. Electrocardiograms consistently showed atrial tachycardia with considerable rate variation (120 to 280/minute). A 1:1 atrioventricular relation was usually retained (fig) . The configuration of the P wave was abnormal and remained unchanged as the rate varied: it was broad (160 ms) with a mean frontal axis of + 600, and inverted in V1 (fig At an electrophysiological study, during persistent tachycardia, mapping showed the earliest activity high and anteriorly in the right atrium. Carotid sinus massage (right and left) had no effect on the arrhythmia or conduction times. Both lying down from the sitting position and phase 1 of the Valsalva manoeuvre produced temporary high grade atrioventricular conduction block without changing the atrial cycle length.
After a bolus of intravenous adenosine triphosphate (10 mg) the atrial rate slowed (AA interval lengthened from 400 to 500 ms) and the tachycardia terminated with an associated shortening of the AH interval (fig) . Sinus rhythm (normal P wave configuration) took over for about 10 seconds when a P wave failed to be conducted (no subsequent H deflection). Ventricular escape was followed by an atrial extrasystole and reinitiation of the tachycardia.
Verapamil (10mg bolus) blocked AH conduction with no effect on the tachycardia, while ajmaline ( 
